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Abstract

As an inflammatory and systemic disease, psoriasis, which induced by genetic, immune and envi-
ronmental factors, it is characterized by slow onset and easy recurrence. The typical clinical ma-
nifestations are squamous erythema or plaques, localized or widespread. Psoriasis treatment in-
cludes topical medications, systemic medications, physical therapy, and biologics that improve
symptoms and improve quality of life. Currently, many clinical trials have shown that biologics can
be used clinically, particularly for patients with moderate to severe psoriasis and/or psoriatic
arthritis who do not respond to conventional systemic therapy or are poorly tolerated. Biologics
can bring lasting efficacy, long-term safety and ease of use for patients. Biological agents mainly
target inflammatory cytokines, such as TNF-«, IL-12/23 and IL-17A, which are the main immune
factors, and block their development, with significant effect. The main biologics include ulsinumab,
scucciumab, rituximab, etc. At present, some new data show that biologics are also effective for
diseases with common inflammatory cytokines, such as pemphigus vulgaris, pityriasis rosea, li-
chenus planus, pityriasis rufuris pilaris and systemic sclerosis patients.
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1. ERIMEHRS IL-12 1 1L-23

W FEIR 4 e (dendritic cell, DC)JE & % S B 7= A4 1L-12 HIRE /1 B e B %, SR, (K7 E 45T (low-dose
radiation, LDR)%S TL-12 P2 4E 109 FHLHI, LLA LDR X} DC iER2HE S5 m 75 gk — 5 @i, LDR {2
HERE TR0 ™= AE TL-12, —Eﬁﬁz DC iEPESE N, XA BT R LDR MNEERI[1]. —Lem Ak
IL-12 f#7E— AN E3E(P40), h7r3RIE TL-12p40 MIFEFHERI/INR & R A SREME Z BRI T, DL IL-12 {55 %
itk [SFLUT B 2 1) 9 R ORI T A S R OB (2] BAR IL-64 1L-12/23 F1 IL-17 F0 550 %0 26 93 ¢ 45
7 (psoriatic arthritis, PsA) ) S BRI T R I AEH B R, HEATEIRITH, X ELRT7 5 it f0 B s B = AH R AR
R[] MR, y THRER 78 M a1 AL 8 A I % 52 31 IL-12 pIHEEh & n e, dk— e b g i 1
KA IE3]. BEAL, BE R PRI EE ST N NK 4081 PD-1 51 S/ EEN, W sz S IL-12. IL-15 f1IL-18

JLFEERAMY EH PDCD1 #5%, M HEuE — N PARTER BRI 87, 805 mRNA B, I
FEUNK 408 PD-1 BN [4]. HEPDFLHFT 1 56 B 40 M BE (intact cell walls, ICWS)_I %7~ [ 40 i A 7L R
(wall teichoic acids, WATS)Z& 15T IL-12 7MW S8, ICWs [ R/INFIT AR XS WLZh 8 11 H5 98 Fi B )5 1
IL-12 PR R [5]. BeAh, i 2 M0 i MHCIT 772 A2 o a] 3 1 R 70 A SR 4 i 12 DA S AR i T
IL-12. IL-23 1 IL-18 fY) NK 40 /0= 4= IFN-y [6]. Shemesh A [7135 e A$AE TL-2 B IL-15 I,
M TL-12 7] LAZEHRE N AR NK A BAEE, (A2 DU E AN NK 403G 58 o A% 4 i Sk I 1 3 IR 40 A
o1 CRISPR/Cas9 3 1) H 4l i /- 25-1 324440 S 3 (Interleukin-1 receptor-associated kinase 3, IRAK3)##
wibkIE, S8R Z BE(lipopolysaccharide, LPS)HI¥E F S8 1L-12 P4 IN[8]. A T AL J= 350 I8 e ATl ¥
IL-12 {724, T UL BALB/c /NRULAIEST LPS, 7€ LPS 44245)5 1 /MIF45 T Zr-DFO-alL12 /- ER7, FE1E
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5. 24, 48 Fl 72 /N JEH04% PET BIER . S5 R R, SXTIGZHAHLG, LPS AbFE) /I R AR A & 18 m[9] .
IL-10. IL-12. F5ZREF 1 (ARG1)FIFEF A — 28 A A B (nitric oxide synthase, NOS) & & 5 & B HE S M.
IR, R EEE LS ARG ATIL-10 RKIAE N, —% L% &8 2 (nitric oxide synthase 2, NOS2)Fll
IL-12 KD A K[10]. £E 8 i PR (FG) 5 77 2k 1577 (1) LR B (Lactic acid bacteria, LAB) S 7EdR{E LAB 3%
FrkE BREFRM LAB AR KR B8, RILAE FG K57k P 8595 10 LAB HAT 58 /N A 40 i R~ A EE e (1 7= i
I H A m A ANE S/ BN 7725 TL-12 (p40)MIREAI[11]. M2, AtgS fEfaBEa M b R IEME N
— PR BB AR T IL-12, MR b AR A SRR AUAS 52 45 51 (1) TFNy 3R 3011 B2 Bk 48 SE[12] 6

IL-23 /2t DCs A IE R AR+, DCs {2k 2 5E e Wud g A 2 i IL-23 = AE F 1. 1L-23
H AN BT 2R, TL23A (IL-23pl19)A1 IL12B (IL-12p40) [13]. A4/ F(IL-)23 £5H| TH17 KB
DAL 7, 0 IL-23 15 545 3 70 o R A — S8 ) B e MR « BRIk DA, GWAS B i T 1L-23
AR ) JUAS PR R 22 45 1 (Single nucleotide polymorphisms, SNPs), ‘B A T#8 5 G Mg A9 14]. 4
YIS AU IL-23 £E 25 Fh DC A LR B AR PR ), XU B 1 TL-23 324 i R 76 1S s 110 2k g v
PrEEE A A15]. 1L-23 SR T17 400 SRR 5 76 R 5 10 2R LE Ve, o TL-23 0
TL-17 P53 VT S S50 Jof 200 LRI 1 o S 00 B e S 3, AT 5 75 Rz R0 S v 4 o 3 R 2 E Dk
fEFR[16]. IL-12 A1 IL-23 BA BEER)AEYEIEE, ENRAEE 2 5] 6 5 400 40 3 0 8 B AL 1 ) R, 3l
AR X T AR ThRERI ATk E SRR A KRR, AT IaAL, R R 2 R R
U3 F AR DA R AR, RS S IRIE NRE,  WURFE LS R 1L-12/23 $h=, MU ™ & 1)
J&ZL[17]. Ustekinumab #£[7] 1L-12/IL-23-p40 MEEAZFFAH] 1 A1 17 B T ZHM SR B ustekinumab 7E57
BRI TT PSR A ORI, AENUR Z R BT RN 2 IR K, HLA-Cwé (1) SNP A5 2 F+ak
HLA-Cw6-1&f# % 1% ustekinumab [ B = B /M4 [ 18] TL-23 PHITZ 45 TRM17 4G 5E, HAMEM
TR HURIEA N . AOSTRE RS B4R T + RM17 Frb &1 IL-23 /& CD301b SE20 =2 1,
CD301b 4 it 2 i v B 7 K Je it e rf T + RMIL7 §P 3G AT b T5 1, R EF 77 A2 1 TL-23 { ik ik T
YA BRI AE,  F HONER B Va7 T BT TL-23 $2AEERIS S HFE[19]. TL-23 S Fh AR S8 40 i R 5 g 4 i
WHISF R REME T, BT IL-12 KK, &S5RG I N 1 5 R4 i PR 7 F0_F e 2m i 5
L7, I W S a0 Th7 40 0 70 A R G207 438 R11EE J5 4 i 2 ] F) KR ELATE Yl 240 i R f 7
e R HZ AR R IE S BB, BERAM S Ak IL-23 PR AR R R R A AR KIE R, X kR 22
PR R DAV T OB SR P21

IL-12 Fl IL-23 XM ORIRAFAE I B A BAE T 1T e RGP E IR B2, AbA 1 HAG LA EE p40, &
F] W E P (ustekinumab stelara) {E AP, BB R4 NIFRE A HIF], © 0 PLS p40 FrRtEds &,
MR Thl BLA Th17 4HMIE 73 FIAH O RORE S RE,  SEIRrb B B2 AR B 0 YR 97 [22] . Ustekinumab 677 H1
DS AR ARG 0 2 A PR U A 3 0TI IR PRI 2 T2 77T B (PHOENIX 1 AT 2)F0 1 Tl kL
BN M (ACCEPT) W 78 R AT 1 PP AL, 3% S8 0t 78 R IR 456 52 At V6 97 5 2R I AN 1R 2 G R R 23] .
PHOENIX1 [24]F1 PHOENIX2 [25]1% ¥ Tl i Aer ik 55 1 Hh 22 B 7 B B AU A g 7 % v 1 ) 00 BR300 (1) 8K
P, fE4RZHUEEH NBED, & 12 A% —REDYERF—FEHIT BARS A BT 3 AN HRIT—IX
X K 22 B0 B AR S R A R, (HERKE 90 mg R INE R 8 B —ik, L& T ERITI6 7 £ # M
B EF AR, LOTUS iR58[26 /255 52 =] I A firE ] v BE 28 5 R B AR AR s 1) 2 4
A REVER 1 T B IRRES, 5 2 BUIFEARBR 3 HAWE AL a5 5 2 — 501, ustekinumab £ H [E A
2 ARG B TIRTT 36 AARE A S HM 2 RIF . —A> I HBENL BE5S ACCEPT 4R [27] M %%
L ) BRI IR PG a7 AR B T 2, S5 R oR: 45 5L 90 mg VYT E IS F BRI RCR I 12
114 e R B AR TS G 7 I O, St AR VG S 7 T A R R DA FH 5 R AU BT . Usstekinumab B % 5 3% 2
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TRERE WA A, R IEE T, SERRE N AR RS, HBENRITKIEED 1 F
(28] A AP AL 12 2 SO VE S AR B 0 0510 48, AT BEA DL AR Pria T S48 T — R B IR T AL
il 7 kR e HLFRREEIT TR [29] . 14 A 22-12/23 $1 5 ustekinumab (45/90 mg, q12 J&)TEA[F 1) PsA
TG BN SR R P SR I AR SR PsA MBRAEREAIR GG, #2087 | 4R 5 HRAR Sk e 49 B BE A
[30].

e R BTV, B pIaTT 7 sSRUAE R BT 2 S, Bl s e e R E SR AL iR T AR
W) TNF-a 0175, BEETFFHIRN, IL-12. IL-23. IL-17 S0 RIS T, JEEEG 48 ) 237 1 3 AL
B AR S TR, R st S w DU, IR — 2R W A T IR IR T %, R RS R
[ E e A e

2. AIEFAEMNS IL-17

Th17/IL-17 73T Flwl A S FEAR B 03 B0 A ML hfE o B2, 9 HL IL-17 FEZERF 51 AR S 9 ) S e & %
iE R RS A AR, F HUR I IL-17ALIL-17F A IL-17C (¥4 76 4R 8 R B 2 LR 2088 n iR A8 [3 1]
A RNE T 23 (A% 22 A BE PR (045 TL-17 T U0 (0 RO 400 i R -7 A AL B ) ) 2R B B ik &R 21 S 00 1E W 7K -F
[31]o Th17 FAAH— R R AEIB T AN 517 (IL-17), "l 2R A 32645 5 2 Fh 4 e gl B A fk R 1
2 540 RIE R M[32]. IL-17A. IL-17B. IL-17C. IL-17D. IL-17E (3K IL-25)H1 IL-17F [33] [34]iX 6
AEGE T IL-17 S0 . MHECIE T Bk, PEARJE o AH O B 4R 62 o CD4+ Th17 i bl SR 7T, X et
Th17 A2t IFN-y (/=42 EEXT B AL i S e e b 56 2o TL-17A FEPEAI s th 22838, 697
JEAERHIR B ARAL CDA4+ Th17 4T ECEA T B 52 FRAR[35] . TIL-17(H) LR GH e A e PR 4 A N 12
JR e o T AN 2R A, BT AT Y- 17 () BT DR 8 A0 e b L 20 P B 4B A R 0 R A A v T
IL-17(+) T 4R, EATPRESH IL-17 BT G2 B8 R WLl A% 0, ARER T TIL-23-IL-17 Hi- S48 B
HE & G I FEADLHI[36]

A EA AP ——SERE —AE ANPEYEPT IL-17A SAToREdiik, B msaftt, aTisRiEass
IL-17A, [FIRBE9% 594040 ff 28 5 R T I AE W35 P, Secukinumab 7E A & 28 8 FF 4R J %3 (moderate-to-severe
psoriasis, PsO) 4R /& I 517 98 F 58 B F #3: 28 (ankylosing spondylitis, AS)#) &3 K IAEYT R I H R4
22 2 VE[37]. IRARIRIGR =] EA TCRPUTFRIE 12 w J5, 80%HR i & B 401 T AR K 7™ A 4 4K
(Psoriasis Area and Severity Index, PASDIE R 75%MI 2%, 1 Eaeus il BIe A S BT R E, FF AR
ST R AR IR, TEER 48 JA W H3ET PASIO0 B AT 24[38]. Secukinumab 238 N K 2%
R Y. ZRVERAL . BRSSO EC SR A L 1 IRk TR R R £ R B P U,
JHRH 2 R B A LI EIE L, #E secukinoumab 300 mg i, “F-34) 1 4E4F 100 44 5l B2 & IR N 3.55
NI, AHIX LRI T A 22520 secukinoumab YEI7 II4ERPIRAS[39]. HARE secukinumab 697 f5 i
BIFEFEA AR, AR IE A Il = FRMAE A AF, IGAE secukinumab VRYT AL, SO0 B HEAT 12 R
WA, ERINIAE, H &R g3 s HAE[40]. fEEF ARFH, 7 ICRPUN i 2 H B HUIRER
JBRIROR R, 2R RE0, T HXH IR 38 bR DL s S A e bR S IS, wT LA T 224
rh B R BEHOIRAR B 0 SRR

3. MZERRKSEMARRETBEXER

T BRI (pemphigus  vulgaris, PV)J& —F0 28 LI DL AN G A 32 ZEIE PRFR BT B & g% VRS
JS R Bk, R AEAE R RN b ISP BT R R, HEMELIRTT[41]. fE3EBhYE PV H,
Thl F1 Th17 £ E S 550 0K E MR, T Th2 @R gRHNT, Treg i@ HEIEN Thl F1 Thl7 &4 1K)
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FEPUR, XA Rt [42] . 4 BB AU DAL, BRI B T BN, ZrAmt
WO, RIZUERRE M2 E R E LR W, RMEIT 7ARBNRTT, BUs AR AR 43]. PV 2
— M E B R ER I, AR AR T MRRDRG B 2 1 MRS BE B 1 (desmosomal adhesion molecules des-
moglein, DSG) 3 1 DSG1 ¥ IgG H &¥ifk, DSG Feth 1gG H S Hilk s & 5 T BUKI Y g e 5
AIANERE, R 1gG H G PiikSE & DSG3 AudMal i) & FE A 5 X 45 1 (aminoterminal region 1, EC1) R LA
BB AR, AR RAIE T I B ARTUA R 2 N, B3 T DSG3 &M s 3 oK v Al T it
KAL) 1gG [44]. 54 1) SOCS3/STAT MBS EIE 512 A & %R A ¢, CD3 T 4iffifik SOCS4 ik
S5 STA i FEE BT, 45 CD4+ T 401 34L 9 Thl A1 Th17 4B, PV-1gG 755 0 5z 3 Ak J53 355 48 i (F TFN-=y
FIIL-6 /F)= N, CD3 T 4liffirh SOCS4 MK B — L 1 PV-1gG 175 S HIHZ 70 i [45]. PLdkn
& H14£ (antimitochondrial antibodies, AMA )i i I e W AR 17 SR IE S ixX — I A2 I R BT, AMA 7E
PV HIAALE b 5 HoAh ) S piik B AW EE, AMA BWRIHIHE] T PV-1gGs 51 /KBRS )1, fR4PLk
RLARTH B8 25RO T — Flot A BE ) 7R [46]. 2 T FLR I, &1 X 4u MR 1 (a7 7 F- 5 B R
Je I B BT BT AR

BT REHUAAN] %2 5 FLT(Rituximab, RTX) AT AL S CD-20 FiRAE /1, 30 B diffasbr:, [
UERT LB B H Bk, R R BE R B L RIS BRI VE R I #i N, (E R I SR T
HMEVE LB R R I f A DA R G B T S [ B A S (R (47 ] o IRER B R W, i R — 4 B F R 2
BRI A BAVR JE A TR YT RIEHE R 2 L B Al R SR AT R i, HAN R B4R 5 /b [48]. 30 LihfF Fi3tgh
AN 578 R EE, T6%MEELE | > RTX MG ReIA B8 2%, ZMNTRIDN 5.8 M, ZZfif+s
SERFIAN 145 N H, BERN 40%, 18 ZHEF(3.3%)HIL T M HEMA K RN, RTX JTIAIEIRIT KIEE 7
TG 25 ELf 32 A 30, R, 7 SR B B R T A B8 25 (R B AR L (49 o LK B o6t e 008 V5 B LA )
HowRE B 5Pk, DLET IR IS E SRR, AT IR LGS R L5 B A% 4 77 2 B RE FEAIRAE 3
H S PUAR[50] 0 Bl R 0TI BEA 2 B hu i S0 PRSI O R B B Tl b i e &, BRI 28 sgin]
REA I B 2O, R o I 3 B R 2 1 B e s 1 JIROW 2 o 3% YR 9T R S8 B T i 1 2 A
BT LB A R, B R R B B Al Bl T V206 T RIEIE A D)7 00 e A VEAT 7 B K e S s

4. ING

TR, BRSO AN R 50T ROR G — P R, R B T e 20 g R 7 (4R 22 4 1) 245 W)t B 2 H
L, T ok AR 2 Im R, — S W 2 — IR T Je RCR UL )36 ST BT 1 ARG B PR ST 2%
RIS 2ff 1 BB LB, B T AR, AT ER R A AW I AL B SRR, R
TEE RN BB T3, TN R A6 7 SR (T K«
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